
Legionellosis is caused by the gram-negative bacte-
rium Legionella. This infection is predominantly the 

consequence of an environmental exposure to legionel-
lae, which are ubiquitous in water and moist soil eco-
systems. Incidence and seroprevalence studies show 
that the infection has a global distribution (1,2). The 
severity of disease varies from mild febrile illness (Pon-
tiac fever, incubation period commonly 24–48 hours) 
(3) to serious and sometimes fatal pneumonia (Legion-
naires’ disease, incubation period commonly 2–10 
days) (4). Recognized infection risk factors for legionel-
losis include smoking, chronic obstructive pulmonary 
disease, diabetes, various conditions associated with 
immunodeficiency, male sex, and increasing age (4).

Disease surveillance for legionellosis began in 
New Zealand (Aotearoa) in 1979 with the collection 
of laboratory-based data (cases positive for Legionella 
species); additional data were available starting in 
June 1980, when the disease became notifiable (5). 
A review of national surveillance data for 1979–2009 
showed that the annual incidence rate for laboratory-
identified cases was 2.5 cases/100,000 persons and 
1.4 cases/100,000 persons for notified cases (6); the 
disparity was caused by not all laboratory-identified 
cases being notified.

Inhalation of aerosolized bacteria from an en-
vironmental source is the usual means of Legionella 
transmission. Environmental surveillance shows 
that Legionella species are widely distributed in New 
Zealand (7). Commonly identified sources are en-
gineered environments, such as wet cooling towers 
and water distribution systems, which can be reser-
voirs and amplifiers of the bacteria, particularly L. 
pneumophila (1). Aerosolized dust inhalation from 
handling compost and potting mix materials is most 
probably a major transmission route contributing to 
the cases of legionellosis caused by L. longbeachae (8), 
which is the predominant species that causes disease 
in New Zealand (9).

During 1980–2000, all cases of legionellosis 
were diagnosed in New Zealand by using tradi-
tional laboratory methods, notably culture isola-
tion and direct fluorescent-antibody staining of 
respiratory tract specimens, and serology by immu-
nofluorescent antibody testing. During that period, 
the Legionella urinary antigen test (UAT), followed 
by nucleic acid amplification test (NAAT), became 
established diagnostic tools. Since 2000, there has 
been an increasing shift toward NAATs, primarily 
PCR testing, and this method has dominated from 
2015 onward.

The aims of this study were to provide an up-
dated analysis of the epidemiology of legionellosis 
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Legionellosis, notably Legionnaires’ disease, is recog-
nized globally and in New Zealand (Aotearoa) as a major 
cause of community-acquired pneumonia. We analyzed 
the temporal, geographic, and demographic epidemiol-
ogy and microbiology of Legionnaires’ disease in New 
Zealand by using notification and laboratory-based sur-
veillance data for 2000‒2020. We used Poisson regres-
sion models to estimate incidence rate ratios and 95% 
CIs to compare demographic and organism trends over 
2 time periods (2000–2009 and 2010–2020). The mean 
annual incidence rate increased from 1.6 cases/100,000 
population for 2000–2009 to 3.9 cases/100,000 popu-
lation for 2010–2020. This increase corresponded with 
a change in diagnostic testing from predominantly se-
rology with some culture to almost entirely molecular 
methods using PCR. There was also a marked shift in 
the identified dominant causative organism, from Legio-
nella pneumophila to L. longbeachae. Surveillance for 
legionellosis could be further enhanced by greater use 
of molecular typing of isolates.
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in New Zealand, focusing on differences between 2  
periods (2000–2009 and 2010–2020); examine the in-
fluence of changing diagnostic methods on the tem-
poral and geographic distribution of notified and 
laboratory-identified legionellosis cases; and review 
changes in the causative species. Our findings are in-
tended to be used to improve surveillance, preven-
tion, and management of legionellosis.

Methods

Surveillance Data and Case Definitions
We used 2 data sources to describe the epidemiol-
ogy of legionellosis (including Legionnaires’ disease 
and Pontiac fever) in New Zealand: notifiable disease 
data and laboratory-based surveillance data (Appen-
dix, https://wwwnc.cdc.gov/EID/article/29/6/22-
1598-App1.pdf). We analyzed all reported cases of 
Legionnaires’ disease and Pontiac fever. Pontiac fe-
ver cases are a small proportion of legionellosis no-
tifications (3 cases, 0.1% during 2000–2020), possibly 
because Pontiac fever is a milder and self-resolving 
illness, which consequently is mostly untested and 
therefore unreported (6).

A confirmed case of legionellosis requires a 
clinically compatible disease with >1 form of labo-
ratory evidence: Legionella culture isolated from a 
clinical specimen; a >4-fold increase in immuno-
fluorescent antibody titer against Legionella spp. 
to >256 between acute-phase and convalescent-
phase paired serum samples tested in parallel by 
using pooled antigen at the same reference labora-
tory; and detection of L. pneumophila serogroup 1 
by antigen in urine or positive NAAT result (10). A 
probable case is defined as a clinically compatible 
disease with laboratory evidence of Legionella infec-
tion showing >1 antibody titers >512 but without a 
demonstrated 4-fold titer increase.

Statistical Analysis
We used Poisson regression to estimate the incidence 
rates, age-standardized to 2013 New Zealand census 
population age-structure, for legionellosis over 2 pe-
riods: 2000–2009 (preceding a major shift to NAAT) 
and 2010–2020 (after the effect of a shift to NAAT 
and change in diagnostic criteria/case definition). 
The null hypothesis was that there was no change in 
the rates of legionellosis cases in these time periods. 
We calculated the annual incidence rate (legionellosis 
cases/100,000 population) by dividing reported cases 
by each mid-year census estimate and multiplying by 
100,000. We did not calculate rates when a category 
had <5 notified cases. We performed statistical analy-
sis by using SAS version 9.4 (SAS Institute, https://
www.sas.com). 

Results

Case Incidence and Temporal Trends
A total of 2,628 legionellosis cases were notified dur-
ing 2000–2020, an overall mean annual incidence rate 
of 2.7 cases/100,000 population. The mean annual in-
cidence rate increased from 1.6 cases/100,000 popula-
tion in 2000–2009 to 3.9 cases/100,000 population in 
2010–2020 (Figure 1). We observed marked increases 
in legionellosis cases in 2003, 2010, and 2015 and de-
creases in the periods between those years (Appendix 
Table 1).

A total of 2,675 laboratory-identified cases that 
fit the case definition were reported during the study 
period. Of the laboratory-identified cases that met the 
case definition, 1,942 (72.6%) were confirmed and 733 
(27.4%) were probable. The incidence rate for laborato-
ry-identified cases (confirmed and probable cases com-
bined) averaged 2.8 cases/100,000 population/year 
(range 1.3 cases/100,000 population in 2002 and 2006 
to 5.4 cases/100,000 population in 2015) (Figure 1).
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Figure 1. Notification and 
laboratory-identified case 
numbers and incidence rates 
(cases/100,000 population), 
by year, in study of increased 
incidence of legionellosis after 
improved diagnostic methods, 
New Zealand, 2000–2020. 



Increased Incidence of Legionellosis, New Zealand

Causative Legionella Species
We grouped the number of Legionella species iden-
tified through laboratory-based surveillance dur-
ing 2000–2020 as L. longbeachae, L. pneumophila, or 
other (Figure 2; Appendix Table 2). L. longbeachae 
was identified as the causative agent for 51.0% of all 
legionellosis cases over the 21-year period (Appen-
dix Table 2). L. pneumophila accounted for 31.2% of 
all cases, followed by other Legionella spp. (13.5%) 
and unidentified Legionella spp. (4.3%) (Appendix 
Table 2).

During 2000–2009, the annual laboratory-identi-
fied clinical case numbers caused by L. pneumophila in-
fection were similar to those caused by L. longbeachae 
(L. pneumophila, 26.4 cases/year; L. longbeachae, 25.2 
cases/year). During 2010–2020, L. longbeachae case 
numbers increased 4-fold to average 101.3 cases/year 

(55.6%, 1,114/2,002 cases), compared with a dou-
bling in L. pneumophila case numbers to an average of 
51.8 cases/year (28.5%, 571/20,02 cases). We found a 
marked increase in the number of L. longbeachae cases 
in which the serogroup was unidentified (32 cases in 
2010 increasing to 61 cases in 2020); those cases were 
identified by using a molecular method that did not 
differentiate between L. longbeachae serogroups 1 and 
2. (Appendix Table 2).

Method of Case Identification
The method of initial diagnosis that gave a posi-
tive Legionella result changed over time (Figure 3; 
Appendix Table 3). The number of cases diagnosed 
by using PCR increased progressively from 2010 
onward, whereas the number of cases diagnosed 
by traditional methods of serology and culture  
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Figure 2. Laboratory-identified legionellosis cases, by species and year, in study of increased incidence of legionellosis after improved 
diagnostic methods, New Zealand, 2000–2020. 

Figure 3. Laboratory-identified 
legionellosis, by initial diagnostic 
method and year, in study 
of increased incidence of 
legionellosis after improved 
diagnostic methods, New 
Zealand, 2000–2020. UAT, urine 
antigen test.
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isolation alone decreased. This observation is re-
inforced (Appendix Table 3) and shows a major 
increase in cases diagnosed by using molecular 
methods between the 2 10-year periods compared 
with more traditional methods (culture, serology,  
and UAT).

Demographic Characteristics
Except for 2003, legionellosis incidence and age-
standardized rates were highest in adults >60 years 
of age, followed by adults 40–59 years of age and 
children and younger adults (0–39 years of age) 
(Table 1; Figure 4). Compared with 2000–2009, legio-
nellosis incidence and age-standardized rates were 
much higher in 2010–2020. Rates increased across 
all age, sex, and ethnic groups (Table 1; Appendix 
Tables 4, 5). The association of age with the inci-
dence of legionellosis demonstrates increasing inci-
dence with age for all Legionella species, especially 
in the population >60 years of age (Table 1). During 
2000–2020, the number of notified cases (n = 2,628) 
was also higher for male (62.7%) than female (37.1%) 
patients, an overall ratio of 1.7:1.

We recorded ethnicity for 2,508 (95.4%) notified 
cases during 2000–2020 and compiled age-stratified 
and age-standardized rates of legionellosis for Eu-
ropean, Māori, Pacific Peoples, and other ethnicities 
(Appendix Tables 4, 5). Focusing on age-standard-
ized rates for the 2010–2020 period, the European 
ethnic group had the highest notification rate (3.9 
cases/100,000 population), followed by Pacific 
Peoples (3.1 cases/100,000 population), Māori (2.8 
cases/100,000 population), and other ethnic group 
persons (1.7 cases/100,000 population). The age-stan-
dardized rates increased for all ethnicities over the 2 
time periods. A notable change in the second time pe-
riod (2010–2020) was that the ethnic gradient toward 
higher rates in Europeans was reduced because rates 
had increased more markedly for Māori, Pacific Peo-
ples, and other ethnic groups over that observation 
period (Table 1).

Regional Distribution
We compiled the rates of legionellosis incidence 
calculated for each district health board (DHB) 
area that had >5 diagnosed cases (divided into 
quintiles based on mean rate/100,000 population) 
for 2000–2009 and 2010–2020 (Figure 5; Appendix, 
Appendix Table 6). The two highest quintiles were 
well above the mean national notifiable incidence 
rate of 2.7 cases/100,000 population. In the South 
Island, large changes in the legionellosis rate were 
observed on the West Coast (2.0 cases/100,000 

population in 2000–2009 and 10.6 cases/100,000 
population in 2010–2020), partly influenced by the 
small population size. The Canterbury DHBs of the 
South Island showed consistently high rates (9.1 
cases/100,000 population in 2000–2009 and 9.8 cas-
es/100,000 population in 2010–2020). In the North 
Island, large changes in the incidence rate were 
observed in Northland, with an observed increase 
in mean annual incidence from 2.0 cases/100,000 
population in 2000–2009 to 6.0 cases/100,000 popu-
lation in 2010–2020. Conversely, a decrease in in-
cidence rates was observed across the 3 Auckland 
DHBs; the Central Auckland DHB had the larg-
est decrease in mean annual incidence, from 5.5 
cases/100,000 population in 2000–2009 to 3.3 cas-
es/100,000 population in 2010–2020. Conversely, 
a decrease in incidence rates was observed across 
the 3 Auckland DHBs; the Central Auckland DHB 
had the largest decrease in mean annual incidence, 
from 5.5 cases/100,000 population in 2000–2009 to 
3.3 cases/100,000 population in 2010–2020.

Case Outcome
The hospitalization status was recorded on EpiSurv 
(https://surv.esr.cri.nz) for 95.8% (2,518/2,628) noti-
fied cases during 2000–2020. Of those case-patients, 
most (82.0%, 2,066/2,518) were hospitalized; 90 
(3.6%) recorded unknown hospitalization status. The 
risk for hospitalization decreased over time: 91.4% 
(588/643 case-patients) were hospitalized during 
2000–2009 but only 74.5% (14,78/1,985 case-patients) 
during 2010–2020. The highest percentage of hospital-
ized case-patients was >60 years of age for both peri-
ods, 82.3% (375 cases) in 2000–2009 and 81.1% (1,308 
cases) in 2010–2020. The rate of hospitalization for le-
gionellosis increased from 14.2 cases/100,000 popula-
tion in 2000–2009 to 31.4 cases/100,000 population in 
2010–2020.

A total of 61 deaths attributed to legionellosis 
were reported during 2000–2020, giving an overall 
case-fatality risk (CFR) of 2.7% (range 0.4%–8.9%). 
The CFR decreased from 4.0% (26 deaths/643 noti-
fied cases) during 2000–2009 to 1.8% (35 deaths/1985 
notified cases) in 2010–2020. Throughout the study 
period, an increased CFR was consistently associat-
ed with advanced age and male sex. The increase in 
cases was associated with a marked decrease in CFR 
for L. longbeachae but little change for L. pneumophila 
(Appendix Table 7). The increase in case detection 
during 2010–2020 identified a larger number of less 
severe cases, which effectively increased the denom-
inator of nonfatal cases and decreased the observed 
CFR by ≈60%. This effect was particularly marked 
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for L. longbeachae, for which the CFR has decreased 
by 80% and is now markedly less than that observed 
for L. pneumophila (Appendix Table 7). The legio-
nellosis mortality rate increased slightly between 
study periods, from 0.6 deaths/100,000 population 
in 2000–2009 to 0.7 deaths/100,000 population in 
2010–2020.

Risk Factors
The surveillance system routinely collects data on a 
range of environmental exposures reported by cases 
along with key host factors that are known to pre-
dispose to legionellosis (Table 2). An environmen-
tal exposure risk was reported for 1,744 (68.4%) of 
laboratory-identified cases recorded in the EpiSurv  
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Table 1. Characteristics of notified cases by patient age group, sex, ethnicity, and Legionella species, New Zealand, 2000–2020* 

Category 

2000–2009 

 

2010–2020 

 

Comparison of 2 
periods, IRR 

(95% CI) 
No. 

cases 
Crude 
rate 

ASR† 
(95% CI) 

IRR  
(95% CI) 

No. 
cases 

Crude 
rate 

ASR† 
(95% CI) 

IRR  
(95% CI) 

Age group, y            
 Total 643 1.6 1.5 

(1.4–1.6) 
NA  1,985 3.9 3.8 

(3.6–3.9) 
NA  2.5 (2.3–2.7) 

 <1–39 46 0.2 NA  Referent  99 0.4 NA  Referent  1.7 (1.2–2.9) 
 40–59 219 1.9 NA  9.1 

(6.6–12.5) 
 619 5.0 NA  12.8 

(10.3–15.8) 
 2.5 (2.1–2.9) 

 >60 378 4.5 NA  21.9 
(16.1–29.7) 

 1,267 11.8 NA  32.8 
(26.7–40.2) 

 2.6 (2.3–2.9) 

Sex            
 M 383 1.9 1.9 

(1.7–2.11) 
1.7 

(1.4–2.0) 
 1,265 5.0 5.0 

(4.7–5.2) 
1.9 

(1.8–2.1) 
 2.6 (2.3–2. 9) 

 F 254 1.2 1.1 
(1.0–1.3) 

Referent  720 2.7 3.0 
(2.4–2.8) 

Referent  2.3 (2.0–2.6) 

 Unknown 6 NA    0 NA      
Ethnicity            
 European 517 2.3 2.1 

(1.9–2.3) 
Referent  1,620 4.5 3.9 

(3.7–4.1) 
Referent  1.85 (1.67–2.04) 

 Māori 27 0.5 0.7 
(0.4–1.1) 

0.35 
(0.22–0.55) 

 149 1.7 2.8 
(1.4–3.3) 

0.73 
(0.61–0.88) 

 3.89 (2.42–6.25) 

 Pacific Peoples 13 0.6 0.7 
(0.3–1.1) 

0.32 
(0.17–0.58) 

 72 1.7 3.1 
(2.3–3.9) 

0.80 
(0.62–1.03) 

 4.63 (2.42–8.88) 

 Other 17 0.2 0.2 
(0.1–0.4) 

0.11 
(0.07–0.19) 

 93 1.1 1.7 
(1.4–2.1) 

0.45 
(0.36–0.56) 

 7.46 (4.31–12.9) 

 Unknown 69 NA    51 NA      
Laboratory status           
 Confirmed 537 1.3 0.9 

(0.8–0.9) 
Referent  1,700 3.3 2.4 

(2.2–2.5) 
Referent  2.7 (2.5–3.0) 

 Probable 106 0.2 0.2 
(0.1–0.2) 

0.2 
(0.2–0.23) 

 285 0.6 0.4 
(0.3–0.4) 

0.2 
(0.1–0.2) 

 2.2 (1.7–2.7) 

L. pneumophila            
 Total 256 6.2 NA  NA  527 11.2 NA  NA   1.80 (1.57–1.94) 
 <1–39 9 0.3  Referent  58 0.8  Referent  2.67 (2.31–2.86) 
 40–59 58 1.0  1.41 

(0.97–1.73) 
 196 2.9  2.85 

(2.19–3.12) 
 2.90 (2.50–3.04) 

 >60 189 3.2  13.6 
(9.42–16.5) 

 273 4.9  5.15 
(3.99–5.63) 

 1.53 (1.33–1.88) 

L. longbeachae            
 Total 161 3.9 NA  NA   1,062 22.6 NA  NA   5.79 (5.49–6.12) 
 1–39 5 0.1  Referent  39 0.6  Referent  2.00 (1.96–2.29) 
 40–59 56 1.0  2.60 

(1.70–3.26) 
 284 3.8  1.76 

(1.41–1.85) 
 3.80 (3.68–3.96) 

 >60 98 2.4  7.50 
(5.00–9.42) 

 739 14.6  11.02 
(8.86–11.51) 

 6.10 (6.26–6.67) 

Other species            
 Total 87 

 
2.1 NA  NA   251 5.3 NA  NA   2.52 (2.16–2.89) 

 <1–39 11 0.1  Referent  50 0.7  Referent  7.00 (6.43–7.69) 
 40–59 35 0.5  3.24 

(1.94–4.56) 
 79 1.2  2.21 

(1.55–2.64) 
 2.40 (1.90–2.50) 

 >60 41 0.9  4.30 
(2.58–5.99) 

 122 2.3  4.56 
(3.26–5.34) 

 2.56 (2.35–2.83) 

 Unknown 139 NA     145 NA      
*Crude rate is cases per 100,000 population. ASR, age-standardized rate; IRR, incidence rate ratio; NA, not applicable.  
†Age standardized to the New Zealand population age structure at the 2013 census. 
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database during 2000–2020. More detailed expo-
sure data were available for the second decade and 
showed that 1,054 (41.4%) case-patients reported con-
tact with compost/potting mix or soil during their in-
cubation period (Table 2). A total of 155 (6.2%) of the  
number of reported notified case-patients had a his-
tory of overseas travel during the incubation period. 
Smoking and an immunosuppressive or debilitating 
condition were commonly reported by notified case-
patients (Table 2).

Discussion
This study provides a comprehensive analysis of the 
epidemiology of legionellosis over the 21-year period 
of 2000–2020 in New Zealand by using notifications 
and national laboratory-based surveillance of Legio-
nella cases. The study period saw a large increase in 
disease incidence driven by several factors that we 
investigated.

A major finding is the marked increase in the 
reported incidence of legionellosis from 2010 on-
ward (Figure 1; Appendix Table 1). This increase 
is associated with improved case ascertainment, 
likely driven by increased clinical awareness of 
legionellosis and increased availability of specific 
laboratory testing for legionellosis. The marked in-
crease in legionellosis notifications during 2015 and 
2016 was caused by the LegiNZ prospective study, 
which provided a 12-month period (May 2015–May 
2016) of intensified surveillance (11). During that 
study, all lower respiratory samples from hospi-
talized notified-case patients who had suspected 
pneumonia were tested for Legionella spp. by PCR. 
An increase in case detection in 17 regions (Figure 
5) was expected, with the national 86% increase 
more likely caused by historical underdiagnosis 
of the disease, rather than an increase in disease 

burden (12). For that reason, the legionellosis rate 
of 3.9 cases/100,000 during 2010–2020 probably 
provides a more valid estimate of the true popu-
lation rate than seen previously; the higher rate 
of 5.4 cases/100,000 population detected by the 
LegiNZ study is likely to be particularly robust. 
Those rates put New Zealand above an estimated 
global mean rate of 2.8 cases/100,000 population 
(95% CI 2.7–2.9 cases/100,000 population) derived 
from the reported contribution of Legionella species 
to community-acquired pneumonia in multiple 
countries (1). The relatively small increase in the 
mortality rate of legionellosis during this period 
(from 0.6 deaths/100,000 population in 2000–2009 
to 0.7 deaths/100,000 population in 2010–2020) is 
also consistent with the conclusion of greater case 
ascertainment of less severe cases being the main 
driver of the apparent increase in disease incidence 
during this period.

Unlike jurisdictions outside New Zealand that 
observed a temporary decrease in legionellosis at 
the beginning of the COVID-19 pandemic (13), rates 
for New Zealand did not appear to have been af-
fected in 2020 (Figure 1). This finding suggests that 
environmental exposures to Legionella species may 
not have changed in New Zealand during this pe-
riod, which could reflect the COVID-19 elimina-
tion strategy that enabled ordinary life to continue 
for most of that year, with only a few weeks under 
lockdown (14). The pandemic and its response had  
complex effects on the epidemiology of many infec-
tious diseases and their surveillance. For example, 
studies undertaken in other jurisdictions outside 
New Zealand have identified greatly increased Le-
gionella microbial contamination in building wa-
ter systems (cooling towers) linked to extreme 
water stagnation caused by prolonged closures of  
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Figure 4. Incidence rate and 
ASR of legionellosis notifications, 
by age group and year (time-
period), in study of increased 
incidence of legionellosis after 
improved diagnostic methods, 
New Zealand, 2000–2020. 
Period 1, 2000–2009; period 
2, 2010–2020.ASR, age-
standardized rate.
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commercial buildings, reinforcing the need for mon-
itoring water and air conditioning systems (15).

The findings of this study have shown the dra-
matic shift in legionellosis diagnosis during a period 
when traditional techniques were largely replaced by 
molecular methods and UAT. However, a key limita-
tion of UAT is that it cannot detect organisms other 
than L. pneumophila serogroup 1 (16); some authors 
have suggested that a total dependence on this diag-
nostic assay may miss up to 40% of legionellosis cases 
(17). Another limitation of UAT is that it does not gen-
erate material that can be used for typing methods. 
In New Zealand, the Legionella UAT has been used 
by several laboratories since 1998 but has decreased 
utility because of the high proportion of legionel-
losis caused by non–L. pneumophila species, such as  
L. longbeachae (Figure 3; Appendix Table 3). In this set-
ting, a negative UAT result does not exclude legio-
nellosis and necessitates further testing to elucidate 
either exclusion or inclusion. Because only 20.3% of 
the 2,675 cases diagnosed during the study period 
were caused by L. pneumophila serogroup 1 infection 
(Appendix Table 2), potentially 80% of cases could be 

missed if only UAT were used. A recent evaluation 
of the UAT for the diagnosis of L. longbeachae infec-
tion indicated a sensitivity of 59.1% and specificity of 
82.2% (18). Further development of the assay should 
improve sensitivity to strengthen its application as a 
useful diagnosis tool, particularly in laboratories in 
which there is limited molecular testing capacity and 
because of the ease of specimen collection and rapid-
ity of diagnosis (18).

During the 1990s, the drive for better diagnostic 
methods led to development of several PCRs. How-
ever, a combination of factors, including test cost, 
reagent quality issues, contamination problems, and 
the lack of trained and skilled staff, resulted in the 
initial slow adoption of molecular diagnostics for le-
gionellosis (19). The technology has now matured, 
and since 2010, when some laboratories in New Zea-
land began routine molecular diagnostic testing for 
legionellosis, it has now become the method of first 
choice. This change was caused by the availability 
of more robust and sensitive assays for the detection 
of many difficult to diagnose diseases, in addition to 
legionellosis, and the overall reduction in test costs. 
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Figure 5. Geographic pattern of mean legionellosis notification rates (cases/100,000 population) by New Zealand District Health Board 
in study of increased incidence of legionellosis after improved diagnostic methods, New Zealand, 2000–2020. A) 2000–2009; B) 2010–
2020. Insets show enlarged areas around the cities of Auckland and Wellington. Maps generated in ArcGIS version 10.8 (https://www.
arcgis.com/index.html) by using District Health Board data (Appendix, https://wwwnc.cdc.gov/EID/article/29/6/22-1598-App1.pdf).
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Molecular testing for legionellosis has also been 
driven by its superior diagnostic utility compared 
with traditional methods because it enables detec-
tion of all Legionella species and can obtain a result 
within hours of sample collection (20).

The shift in laboratory methods during 2000–
2020 has influenced the ability of routine surveil-
lance to detect the contribution of species and se-
rogroups. We observed a marked increase in L. 
longbeachae cases compared with other species, such 
as L. pneumophila, since 2010 (Figure 2; Appendix 
Table 2). We also observed a decrease in the identifi-
cation of the serogroup for Legionella species caused 
by reductions in the use of the traditional meth-
ods, namely culture and serology, which risks gaps 
in surveillance information and can hinder cluster 
analysis and source tracing (Appendix Table 2) (21). 
This trend was caused by increased use of PCR test-
ing alone that identifies the species, but not the sero-
group of the Legionella species. No single laboratory 
test combines both optimal diagnostic accuracy with 
the ability to epidemiologically type the causative 
agent. To achieve this feature, a combination of mo-
lecular testing supported by culture, serologic test-
ing, or both is required (19). In recent years, whole-
genome sequencing has emerged as a major tool 
to support epidemiologic investigation (suspected 
clusters and outbreaks) of Legionnaires’ disease and 
for characterization of new strains, but this method 
still requires the culture isolation of the bacterium.

The results of this study show that the rates of 
legionellosis were highest in adults >60 years of age 
and in male notified case-patients, consistent with 
previously reported research (6). As the population 
ages in New Zealand, the burden of legionellosis is 
likely to continue to increase in the absence of effec-
tive measures to prevent or adequately control the 
risk for infection. Legionellosis rates were higher 
in persons from Europe compared with Māori, Pa-
cific Peoples, and persons of other ethnicities during 
2000–2009, even after age standardization. Those dif-

ferences largely disappeared during 2010–2020, cor-
responding with increased case ascertainment. This 
pattern is different from that seen for other serious in-
fectious diseases, for which rates are markedly higher 
for Māori and Pacific Peoples (22). Those unexpected 
differences need further investigation to see if there is 
systematic underdiagnosis of legionellosis across eth-
nic groups or if differences in exposure might explain 
the pattern seen.

This analysis found that infections caused by 
L. longbeachae increasingly dominated over those 
caused by L. pneumophila (Figure 2; Appendix Ta-
ble 2). The largest contribution to this increase in L. 
longbeachae cases came from persons >60 years of age 
(Table 1). Early spring–summer clusters of L. long-
beachae infections are seen each year and might be 
linked to increased gardening activity in warmer 
months, which has been shown to provide several 
psychological, physical, and social benefits for older 
persons (23). In contrast, L. pneumophila infections 
appear to be spread evenly throughout the year, and 
transmission by aerosols containing contaminated 
water from cooling towers was the most identified 
source from outbreak investigations in New Zea-
land. Decreased incidence rates observed across the 
3 Auckland DHBs between decades might reflect in-
troduction of a bylaw in 2015 requiring owners to 
register their industrial wet cooling tower systems 
annually and monitor Legionella bacteria levels (24). 
In contrast, higher incidence rates in the Northland 
region might reflect the readiness of clinicians to 
consider testing for Legionella species in response to 
the national surveillance study (11).

Our study also provides data on major risk fac-
tors, exposures, and potential transmission settings. 
Few cases were classified as hospital acquired. A 
small percentage (6.2%) were classified as travel-as-
sociated, based on having a history of overseas travel 
during the incubation period. That percentage is low-
er than that for Europe, where 14.7% of detected Le-
gionnaires’ disease cases in 2019 were linked to travel 
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Table 2. Increased incidence of legionellosis after improved diagnostic methods, showing risk factors associated with notified case-
patients who had legionellosis and percentages reporting exposure, New Zealand, 2000–2020* 

Risk factor 
No. (%) cases Odds ratio (95% CI), 2010–2020 

compared with 2000–2009 2000–2009 2010–2020 
Hospital-acquired 2 (0.3) 6 (0.2) 0.8 (0.2–3.8) 
Overseas travel during incubation period 43 (6.7) 112 (4.4) 0.65 (0.45–0.93) 
Contact with definite or suspected environmental source 307 (47.5) 1,437 (56.4) 1.43 (1.09–1.3) 
Compost source contact ID  1,054 (41.4) ID 
Water source contact ID 91 (3.6) ID 
Smoker or ex-smoker 120 (18.6) 326 (12.8) 0.64 (0.51–0.81) 
Preexisting immunocompromised or debilitating condition 174 (26.9) 666 (26.1) 0.97 (0.79–1.27) 
Total 646 (100.0) 2,547 (100.0) NA 
*Percentages refer to notified case-patients who answered yes for the total number of notified cases for which a response was recorded. Some notified 
case-patients had >1 risk factor recorded. ID, incomplete data (no comparison could be made); NA, not applicable.  
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abroad, of which 79% were linked to overnight stays 
in hotels (25). This difference is observed despite New 
Zealand having among the highest per capita interna-
tional travel rates in the world, with >3 million resi-
dents departing New Zealand in 2019 (26).

Our study has several limitations associated 
with the use of routinely collected surveillance data. 
The most critical limitation is the long-term under-
ascertainment of legionellosis. This limitation has 
been partially corrected by using more sensitive 
molecular testing, resulting in a marked increase in 
measured rates of legionellosis during the 2010–2020 
period. A further limitation is the incomplete report-
ing of some variables.

More research on the epidemiology of legionel-
losis in New Zealand is warranted. The high per-
centage of hospitalizations (82.0%) reported during 
the study period means that those data can be ana-
lyzed to provide a useful basis to identify emerging 
issues and determine priorities for prevention. For 
example, the discharge data could be used to esti-
mate the economic cost of hospitalized cases of le-
gionellosis in New Zealand. It would also be useful 
to investigate the contribution of Legionella infection 
to the burden of community-acquired pneumonia 
of mild-to-moderate severity, which will often be 
treated empirically outside the hospital setting with-
out any etiologic diagnosis. Proposed interventions 
to reduce the effect of legionellosis in New Zealand 
should also be evaluated after they are implemented 
to determine their efficacy.
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Increased Incidence of Legionellosis after 
Improved Diagnostic Methods, New 

Zealand, 2000–2020 
Appendix 

Methods 

Surveillance Data 

In New Zealand, notification is mandated under the Health Act 1956, which requires 

health professionals and all medical diagnostic laboratories (notification also became a legal 

requirement for all laboratories in December 2007 under the Health Amendment Act 2006) to 

inform their local medical officer of health of any notifiable disease that they suspect or 

diagnose. These notifications provide the basis for disease surveillance and public health action, 

and hence aid in the control of legionellosis and other infectious diseases in New Zealand. 

Notification data are captured at each Public Health Unit of District Health Boards via a secure 

web-based portal into a centralized database (EpiSurv), New Zealand’s national database for 

notifiable disease surveillance. 

Laboratory-based surveillance and laboratory testing are conducted on clinical specimens 

referred to the national Legionella Reference Laboratory (LRL) at the Institute of Environmental 

Science and Research (ESR). These clinical samples are submitted to LRL for confirmatory 

testing, identification, and typing with results aggregated for analysis as laboratory-identified 

cases. 

The surveillance data are collated by ESR on behalf of the New Zealand Ministry of 

Health. Data extracted from EpiSurv include case demographics, clinical features, laboratory 

https://doi.org/10.3201/eid2906.221598
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identification of the causative agent, and hospitalization status. The case-fatality risk was 

calculated where legionellosis was reported as the underlying cause of death (on the death 

certificate), as a measure of disease severity. 

Population Data 

New Zealand’s population of just over 5 million is ethnically diverse. In the 2018 census 

data, the European ethnic group accounted for 70.2%, Māori 16.1%, Asian 15.1%, Pacific 

Peoples 8.1%, and Middle Eastern/Latin American/African (MELAA) 1.5% of the total 

population (1). Consistent with most high- and middle-income countries, the proportion of 

elderly persons (≥65 years) in New Zealand is also increasing. 

The denominator populations were obtained from the 2001, 2006, 2013 and 2018 New 

Zealand Censuses, using linear interpolation to provide estimates in the inter-census years; these 

rates were directly age-standardized to 2013 New Zealand census usually residential population 

(at 0–4, 5–9, 10–14, 15–19, 20–29, 30–39, 10-years age band, up to 70+ years old). To account 

for the fact that a person can indicate that they belong to more than one ethnic group on the 

legionellosis case report form and in the census form, a ‘prioritized’ classification of ethnicity in 

accordance with the Ministry of Health’s protocols for both numerator and denominator was 

used. For the 2006 census, the ‘Other’ category was split into two groups: 'Middle Eastern/Latin 

American/African' (MELAA); and 'Other Ethnicity'. Four prioritized ethnic groups were used in 

this analysis. They included the Māori ethnic group at the top of the hierarchy, followed by 

Pacific peoples (Cook Island, Samoan, Tongan, Niuean, Tokelauan, Tuvaluan, Fijian) ‘Other 

Ethnicity’ (Latin American, Asian, Middle Eastern, African) and European (including New 

Zealander and other European combined). 

Ethical approval was not required for this stud because persons were not identifiable in 

the data, and only aggregated data were analyzed and presented. 

Geographic Data 

Maps were generated to display rates by District Health Board (DHB) area over two time 

periods (2000–2009 and 2010–2020), using ArcGIS software (version 10.8; ESRI, USA). In 

New Zealand, all 20 DHBs are responsible for providing of health and disability services within 

a defined geographic area. The Boards have a mean population of 219 000 and range from 32 

000 (largely rural) to 629 000 (metropolitan). 
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Appendix Table 1. Legionellosis notifications and laboratory-identified cases by year, 2000–2020 with year-on-year % change 
Year 2000 2001 2002 2003 2004 2005 2006 2007 2008 2009 2010 2011 2012 2013 2014 2015 2016 2017 2018 2019 2020 
Notified cases 61 46 49 77 62 85 52 64 73 74 173 158 149 155 125 254 247 221 174 169 160 
Change from previous year (%) 29.5 −32.6 6.1 36.4 −24.2 27.1 -63.5 18.8 12.3 1.4 57.2 −9.5 −6.0 3.9 −24.0 50.8 −2.8 −11.8 −27.0 −3.0 −5.6 
Laboratory identified cases 56 56 48 81 75 83 54 72 73 77 178 160 152 151 135 251 248 221 182 161 161 
Change from previous year (%) 16.1 0.0 −16.7 40.7 −5.3 9.6 -53.7 25.0 1.4 5.2 56.7 −11.3 −5.3 −0.7 −11.9 46.2 −1.2 −11.8 −17.6 −11.5 0.0 

 
 
 
 
Appendix Table 2. Legionella strains for laboratory-identified clinical cases, 2000–2020 (N = 2675) 
Legionella species 
and serogroup (%) 2000 2001 2002 2003 2004 2005 2006 2007 2008 2009 2010 2011 2012 2013 2014 2015 2016 2017 2018 2019 2020 

Percentage 
(%) 

L. longbeachae 28 (50) 31 (55.4) 12 (25.0) 26 (32.1) 23 (30.7) 25 (30.1) 19 (35.2) 26 (36.1) 38 (52.1) 32 (41.6) 72 (40.4) 70 (43.8) 78 (51.3) 76 (50.3) 73 (54.1) 131 (52.2) 167 (67.3) 152 (68.8) 91 (50.0) 98 (60.9) 106 (65.8) 51.0 
L. longbeachae sg 1 22 (78.6) 26 (83.9) 8 (66.7) 8 (30.8) 8 (34.8) 14 (56.0) 6 (31.6) 8 (30.8) 19 (50.0) 23 (71.9) 34 (47.2) 29 (41.4) 20 (25.6) 20 (26.3) 19 (26.0) 60 (45.8) 70 (41.9) 67 (44.1) 42 (46.2) 46 (46.9) 43 (40.6) 22.1 
L. longbeachae sg 2 2 (7.1) 0 1 (8.3) 3 (11.5) 3 (13.0) 4 (16.0) 1 (5.3) 7 (26.9) 1 (2.6) 4 (12.5) 5 (6.9) 3 (4.3) 13 (16.7) 9 (11.8) 10 (13.7) 15 (11.5) 11 (6.6) 3 (1.9) 2 (2.2) 5 (5.1) 0 3.8 
L. longbeachae sg 1 
and 2 * 

0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (0.6) 0 0 0 0 0.0 

L. longbeachae/L. 
bozemanae sg 1 

0 0 0 1 (3.8) 0 1 (4.0) 0 0 0 0 0 0 0 0 0 0 0 0 1 (1.1) 0 2 (1.9) 0.3 

L. longbeachae/L. 
jordanis 

0 0 0 0 0 0 0 0 0 0 1 (1.4) 0 0 0 0 0 0 2 (1.3) 0 0 0 0.04 

L. longbeachae/L. 
dumoffii 

0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 2 (1.3) 1 (1.1) 0 0 0.11 

L. longbeachae sg 
not determined 

4 (14.3) 5 (16.1) 3 (25.0) 14 (53.8) 12 (52.2) 6 (24.0) 3 (15.8) 11 (42.3) 18 (47.4) 5 (15.6) 32 (44.4) 38 (54.3) 45 (57.7) 47 (61.8) 44 (60.3) 56 (42.7) 85 (50.9) 78 (51.3) 45 (49.5) 47 (48.0) 61 (57.5) 24.7 

L. pneumophila 15 (26.8) 9 (16.1) 18 (37.5) 29 (35.8) 30 (40.0) 49 (59.0) 31 (57.4) 29 (40.3) 24 (32.9) 34 (44.2) 51 (28.7) 48 (30.0) 51 (33.6) 42 (27.8) 46 (34.1) 73 (29.1) 51 (20.6) 53 (23.9) 61 (33.5) 50 (31.1) 44 (27.3) 31.2 
L. pneumophila sg 1 5 (33.3) 2 (22.2) 9 (50.0) 5 (17.2) 19 (63.3) 40 (81.6) 22 (70.9) 17 (58.6) 20 (83.3) 25 (73.5) 32 (62.7) 38 (79.2) 39 (76.5) 31 (73.8) 23 (50.0) 44 (60.3) 29 (56.9) 34 (64.2) 49 (80.3) 31 (62.0) 29 (65.9) 20.3 
L. pneumophila sg 2 0 1 (11.1) 0 8 (27.6) 1 (3.3) 1 (2.0) 0 1 (3.4) 1 (4.2) 2 (5.9) 2 (3.9) 3 (6.3) 1 (1.9) 0 1 (2.2) 1 (1.4) 3 (5.9) 1 (1.9) 2 (3.3) 2 (4.0) 0 1.2 
L. pneumophila sg 3 0 0 1 (5.6) 0 0 0 0 0 0 0 0 0 1 (1.9) 1 (2.4) 1 (2.2) 1 (1.4) 0 0 0 0 0 0.2 
L. pneumophila sg 4 1 (6.7) 0 0 2 (6.9) 3 (10.0) 2 (4.1) 4 (12.9) 0 0 3 (8.8) 8 (15.7) 2 (4.2) 2 (3.9) 1 (2.4) 2 (4.3) 1 (1.4) 1 (1.9) 1 (1.9) 1 (1.6) 1 (2.0) 0 1.3 
L. pneumophila sg 5 3 (20.0) 0 0 0 0 0 1 (3.2) 1 (3.4) 1 (4.2) 0 0 0 0 1 (2.4) 0 3 (4.1) 0 1 (1.9) 0 0 1 (2.3) 0.5 
L. pneumophila sg 6 0 0 0 0 0 0 0 0 1 (4.2) 1 (2.9) 4 (7.8) 0 0 0 1 (2.2) 0 1 (1.9) 0 0 0 1 (2.3) 0.3 
L. pneumophila sg 7 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (1.9) 1 (1.6) 1 (2.0) 0 0.1 
L. pneumophila sg 8 0 0 1 (5.6) 0 0 0 0 1 (3.4) 0 0 0 0 0 0 0 2 (2.7) 0 1 (1.9) 0 0 0 0.2 
L. pneumophila sg 10 0 0 0 1 (3.4) 0 0 0 0 0 0 1 (1.9) 0 0 2 (4.8) 0 0 0 1 (1.9) 0 0 0 0.2 
L. pneumophila sg 11 0 1 (11.1) 0 0 0 0 0 0 0 0 0 0 0 0 1 (2.2) 0 0 0 0 0 0 0.1 
L. pneumophila sg 12 0 1 (11.1) 3 (16.7) 8 (27.6) 1 (3.3) 0 0 3 (10.3) 1 (4.2) 0 4 (7.8) 3 (6.3) 4 (7.8) 3 (7.1) 12 (26.1) 13 (17.8) 8 (15.7) 3 (5.7) 1 (1.6) 0 0 2.5 
L. pneumophila sg 13 0 2 (22.2) 1 (5.6) 0 0 0 0 1 (3.4) 0 1 (2.9) 0 2 (4.2) 0 1 (2.4) 1 (2.2) 0 1 (1.9) 1 (1.9) 1 (1.6) 0 1 (2.3) 0.5 
L. pneumophila sg 14 0 0 0 3 (10.3) 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (2.3) 0.1 
L. pneumophila sg 15 0 0 0 0 1 (3.3) 0 0 2 (6.9) 0 0 0 0 0 0 1 (2.2) 1 (1.4) 0 0 0 0 0 0.2 
L. pneumophila strain 
97–2898 

0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (1.6) 0 0 0.0 

L. pneumophila strain 
91–033 

0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (1.9) 0 0 0 0.0 

L. pneumophila sg 
not determined 

6 (40.0) 2 (22.2) 2 (11.1) 2 (6.9) 5 (16.7) 6 (12.2) 4 (12.9) 3 (10.3) 0 0 0 0 4 (7.8) 2 (4.8) 3 (6.5) 7 (9.6) 8 (15.7) 8 (15.1) 6 (9.8) 15 (30.0) 11 (25.0) 3.5 

Other Legionella 
species with id (%) 

9 (16.1) 11 (19.6) 18 (37.5) 23 (28.4) 18 (24.0) 7 (8.4) 6 (11.1) 14 (19.4) 11 (15.1) 11 (14.3) 37 (20.8) 30 (18.8) 20 (13.2) 22 (14.6) 14 (10.4) 33 (13.1) 21 (8.5) 13 (5.9) 19 (10.4) 12 (7.5) 7 (4.3) 13.5 

L. anisa 1 (11.1) 0 0 1 (4.3) 0 0 1 (16.7) 0 0 0 0 0 0 0 0 2 (6.1) 0 0 0 0 0 0.2 
L. anisa/L. 
bozemanae sg 1 

0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0.0 

L. bozemanae sg 1 1 (11.1) 0 3 (16.7) 3 (13.0) 3 (16.7) 2 (28.6) 0 1 (7.1) 2 (18.2) 1 (9.1) 7 (18.9) 1 (3.3) 0 4 (18.2) 0 4 (12.1) 3 (14.3) 1 (7.7) 2 (10.5) 2 (16.7) 1 (14.3) 1.5 
L. bozemanae sg 2 3 (33.3) 0 0 1 (4.3) 1 (5.6) 0 0 0 0 0 1 (2.7) 2 (6.7) 0 0 0 0 1 (4.8) 1 (7.7) 0 0 0 0.4 
L. bozemanae sg not 
determined 

0 0 2 (11.1) 1 (4.3) 0 0 0 0 0 0 0 1 (3.3) 0 0 0 0 0 0 0 0 0 0.1 

L. dumoffii 0 6 (54.5) 3 (16.7) 2 (8.7) 3 (16.7) 1 (14.3) 3 (50.0) 1 (7.1) 5 (45.4) 5 (45.4) 13 (35.1) 12 (40.0) 5 (25.0) 3 (13.6) 2 (14.3) 5 (15.2) 2 (9.5) 3 (23.1) 3 (15.8) 4 (33.3) 0 3.0 
L. feeleii sg 1 0 0 1 (5.6) 0 1 (5.6) 0 0 0 1 (9.1) 0 2 (5.4) 0 0 0 0 1 (3.0) 0 0 1 (5.3) 0 0 0.3 
L. gormaii 2 (22.2) 3 (27.3) 4 (22.2) 0 4 (22.2) 3 (42.9) 1 (16.7) 3 (21.4) 2 (18.2) 2 (18.2) 2 (5.4) 2 (6.7) 0 2 (9.1) 1 (7.1) 3 (9.1) 0 1 (7.7) 0 0 0 1.3 
L. hackeliae 0 0 3 (16.7) 7 (30.4) 1 (5.6) 1 (14.3) 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0.6 
L. harrisonii sp. nov. 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (4.5) 0 0 0 0 2 (10.5) 1 (8.3) 0 0.2 
L. jordanis 0 0 1 (5.6) 1 (4.3) 1 (5.6) 0 0 2 (14.3) 0 0 4 (10.8) 3 (10.0) 4 (20.0) 1 (4.5) 1 (7.1) 4 (12.1) 1 (4.8) 0 2 (10.5) 0 1 (14.3) 1.0 
L. maceachernii 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (8.3) 0 0.0 
L. micdadei 2 (22.2) 2 (18.2) 1 (5.6) 7 (30.4) 4 (22.2) 0 0 5 (35.7) 1 (9.1) 2 (18.2) 6 (16.2) 3 (10.0) 9 (45.0) 9 (40.9) 8 (57.1) 9 (27.3) 5 (23.8) 1 (7.7) 5 (26.3) 1 (8.3) 2 (28.6) 3.2 
L. oakridgensis 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 2 (2.5) 0 0 0 0 0.1 
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Legionella species 
and serogroup (%) 2000 2001 2002 2003 2004 2005 2006 2007 2008 2009 2010 2011 2012 2013 2014 2015 2016 2017 2018 2019 2020 

Percentage 
(%) 

L. sainthelensi 0 0 0 0 0 0 1 (16.7) 2 (14.3) 0 1 (9.1) 2 (5.4) 6 (20.0) 2 (10.0) 2 (9.1) 2 (14.3) 5 (15.2) 5 (23.8) 5 (38.5) 4 (21.1) 2 (16.7) 3 (42.9) 1.5 
L. wadsworthii 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 1 (7.7) 0 0 0 0.0 
Legionella strain 
D5382 

0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 0 2 (9.5) 0 0 0 0 0.1 

Legionella species 
unidentified 

4 (7.1) 5 (8.9) 0 3 (3.7) 2 (2.7) 2 (2.4) 3 (5.6) 3 (4.2) 0 2 (2.6) 18 (10.1) 12 (7.5) 3 (1.9) 11 (7.3) 2 (1.5) 14 (5.6) 9 (3.6) 3 (1.4) 11 (6.0) 2 (1.2) 4 (2.5) 4.3 

Total 56 56 48 81 75 83 54 72 73 77 178 160 152 151 135 251 248 221 182 161 161 100 
⁕ = dual infection 

 

Appendix Table 3. Number of laboratory-identified cases by initial method of diagnosis by year, 2000–2020* 

Year 

Culture 
only LUAT Molecular Serology only      

Culture 
only (%) 

UAT only 
(%) 

UAT plus 
other (%) 

PCR only 
(%) 

PCR plus 
other (%) SC/4fr (%) 

2fr/stable 
High Titer 

(%) 

Single 
High Titer 

(%) 
Annual 
Total 

Annual 
Confirmed 

(%) 

Annual 
crude 

incidence 
rate 

(confirme
d) 

Annual 
Probable 

(%) 

Annual 
crude 

incidence 
rate 

(probable) 
2000 8 (14.3) 1 (1.8) 0 0 7 (12.5) 17 (30.4) 15 (26.8) 8 (14.3) 56 33 (58.9) 0.9 23 (41.1) 0.6 
2001 7 (12.5) 1 (1.8) 0 0 1 (1.8) 18 (32.1) 22 (39.3) 7 (12.5) 56 27 (48.2) 0.7 29 (51.8) 0.7 
2002 4 (8.3) 0 5 (10.4) 0 1 (2.1) 15 (31.3) 18 (37.5) 5 (10.4) 48 25 (52.1) 0.6 23 (47.9) 0.6 
2003 5 (6.2) 1 (1.2) 0 2 (2.5) 5 (6.2) 23 (28.4) 33 (40.7) 12 (14.8) 81 36 (44.4) 0.9 45 (55.6) 1.1 
2004 8 (10.7) 1 (1.3) 1 (1.3) 2 (2.7) 1 (1.3) 20 (26.7) 30 (40.0) 12 (16.0) 75 33 (44.0) 0.8 42 (56.0) 1.0 
2005 8 (9.6) 17 (20.5) 7 (8.4) 2 (2.4) 1 (1.2 12 (14.5) 25 (30.1) 11 (13.6) 83 47 (56.6) 1.3 36 (43.4) 0.9 
2006 3 (5.6) 1 (1.9) 7 (13.0) 2 (3.7) 1 (1.9) 11 (20.4) 19 (35.2) 10 (18.5) 54 25 (46.3) 0.6 29 (53.7) 0.7 
2007 7 (9.7) 1 (1.4) 4 (5.6) 1 (1.4) 3 (4.2) 22 (30.6) 29 (40.3) 5 (6.9) 72 38 (52.8) 0.9 34 (47.2) 0.8 
2008 12 (16.4) 5 (6.8) 6 (8.2) 2 (2.7) 7 (9.6) 15 (20.5) 23 (31.5) 3 (0.4) 73 47 (64.4) 1.1 26 (35.6) 0.6 
2009 8 (10.4) 12 (15.6) 9 (11.7) 0 9 (11.7) 16 (20.8) 20 (26.0) 3 (3.9) 77 54 (70.1) 1.3 23 (29.9) 0.5 
2010 4 (2.2) 11 (6.2) 11 (6.2) 16 (9.0) 22 (12.4) 36 (20.2) 57 (32.0) 21 (11.8) 178 100 (56.2) 2.3 78 (43.8) 1.8 
2011 0 7 (4.4) 16 (10.0) 16 (10.0) 33 (20.6) 31 (19.4) 50 (31.3) 7 (4.4) 160 103 (64.4) 2.3 57 (35.6) 1.3 
2012 0 10 (6.6) 23 (15.1) 27 (17.8) 22 (14.5) 19 (12.5) 35 (23.0) 16 (10.5) 152 101 (66.4) 2.3 51 (33.5) 1.2 
2013 0 10 (6.6) 17 (11.3) 34 (22.5) 29 (19.2) 21 (13.9) 35 (23.2) 5 (3.3) 151 111 (73.5) 2.5 40 (26.5) 0.9 
2014 0 10 (7.4) 11 (8.1) 30 (22.2) 27 (20.0) 17 (12.6) 30 (22.2) 10 (7.4) 135 95 (70.4) 2.1 40 (29.6) 0.9 
2015 1 (0.4) 9 (3.6) 25 (10.0) 59 (23.6) 66 (26.4) 33 (13.2) 36 (14.4) 21 (8.4) 250 193 (77.2) 4.2 57 (22.8) 1.2 
2016 0 0 15 (6.0) 93 (37.5) 66 (26.6) 36 (14.5) 33 (13.3) 5 (2.0) 248 210 (84.7) 4.5 38 (15.3) 0.8 
2017 1 (0.5) 13 (5.9) 15 (6.8) 84 (38.0) 54 (24.4) 25 (11.3) 22 (10.0) 7 (3.2) 221 192 (86.9) 4.0 29 (13.1) 0.6 
2018 2 (1.1) 28 (15.4) 19 (10.4) 58 (31.9) 31 (17.0) 32 (17.6) 11 (6.0) 1 (0.5) 182 170 (93.4) 3.5 12 (6.6) 0.2 

 
 

2019 

0 17 (10.5) 7 (4.3) 91 (56.5) 23 (14.2) 10 (6.2) 12 (7.4) 1 (0.6) 161 148 (91.9) 3.0 13 (8.0) 0.3 

2020 0 15 (9.3) 9 (5.6) 87 (54.0) 31 (19.3) 11 (6.8) 6 (3.7) 2 (1.2) 161 153 (95.0) 3.2 8 (5.0) 0.2 
Total 78 (2.9) 170 (6.4) 207 (7.7) 607 (22.7) 440 (16.4) 440 (16.4) 561 (21.0) 172 (7.4) 2675 1942 

(72.6) 
 733 (27.4)  

*† includes culture and or molecular and or serology; ‡: includes culture &/or UAT &/or serology. Note each laboratory identified case has only been counted once. SC = seroconversion; 4fr = 4-fold titer rise; 
2fr = 2-fold titer rise. Probable cases include 561+172 = 733. 

*Rate per 100 000 population 
# Rate per 100 000 population, age-standardized to the New Zealand population age-structure at the 2013 census 
IRR = incidence rate ratio, compared with European rate, age standardized to the New Zealand population age-structure at the 2013 census 
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Appendix Table 4. Legionellosis number and incidence rate (notified cases) by ethnicity and age group (prioritized), New Zealand, 2000–2009 

Aged band 

Māori Pacific Peoples Other Ethnicity European 
2000–2009 2000–2009 2000–2009 2000–2009 

No Pop Rate* No Pop Rate* No Pop Rate* No Pop Rate* 
0–4 1 65 958 0.2 0 25 134 0 0 59 595 0 0 124 404 0 
/5–9 1 66 396 0.2 1 25 368 0.4 0 62 340 0 0 132 408 0 
10–14 0 66 390 0 0 25 020 0 0 65 322 0 1 149 223 0.1 
15–19 0 58 344 0 0 22 854 0 1 65 340 0.2 1 153 717 0.1 
20–29 4 80 610 0.5 1 34 638 0.3 1 150 300 0.1 13 247 842 0.5 
30–39 6 77 847 0.8 5 33 690 1.5 2 151 791 0.1 33 314 730 1.0 
40–49// 4 69 024 0.6 4 27 204 1.5 2 158 523 0.1 87 352 290 2.5 
/50–59 6 42 687 1.4 0 17 043 0 3 119 442 0.3 115 306 990 3.7 
60–69 3 22 947 1.3 2 9 645 2.1 2 70 539 0.3 113 224 982 5.0 
70+ 2 12 888 1.6 0 5 700 0 6 49 335 1.2 154 279 081 5.5 
Total 27 565 091 0.5 13 226 296 0.6 17 952 527 0.2 517 2 285 667 2.3 
Age 
standardize
d rate# 

  0.7 (0.4–
1.1) 

  0.7 (0.3–
1.1) 

  0.2 (0.1–
0.4) 

  2.1 (1.9–
2.3) 

IRR (95% 
CI) 

  0.35 (0.22–
0.55) 

  0.32 (0.17–
0.58) 

  0.11 (0.07–
0.19) 

  1.0 

*Rate per 100 000 population 
# Rate per 100 000 population, age-standardized to the New Zealand population age-structure at the 2013 census 
IRR = incidence rate ratio, compared with European 

 

 
Appendix Table 5. Legionellosis number and incidence rate (notified cases) by ethnicity and age group (prioritized), New Zealand, 2010–2020 

Aged band 

Māori Pacific Peoples Other Ethnicity European 
2010–2020 2010–2020 2010–2020 2010–2020 

No Pop Rate* No Pop Rate* No Pop Rate* No Pop Rate* 
0–4 2 81207 0.2 0 42255 0 0 60360 0 2 194130 0.1 
5–9 1 87822 0.1 0 45531 0 0 55101 0 4 217206 0.2 
10–14 1 79758 0.1 0 40371 0 0 45567 0 2 210216 0.1 
15–19 0 71079 0 1 38247 0.2 2 48558 0.4 6 202020 0.3 
20–29 4 122067 0.3 6 65505 0.8 5 157311 0.3 19 404349 0.4 
30–39 9 90480 0.9 6 46323 1.2 7 164067 0.4 54 367321 1.3 
40–49 22 88578 2.3 12 40659 2.7 11 99210 1.0 155 428979 3.3 
50–59 42 78984 4.8 16 32298 4.5 25 71571 3.2 285 457368 5.7 
60–69 36 47994 6.8 17 18858 8.2 23 48033 4.4 452 389742 10.5 
70+ 32 27873 10.4 14 12141 10.5 20 28176 6.5 641 426426 13.7 
Total 149 775 836 1.7 72 381 642 1.7 93 777 954 1.1 1620 194130 4.5 
Age 
standardiz
ed rate# 

  2.8 (1.4–
3.3) 

  3.1 (2.3–
3.9) 

  1.7 (1.4–
2.1) 

  3.9 (3.7–
4.1) 

IRR (95% 
CI) 

  0.73 (0.61–
0.88) 

  0.80 (0.62–
1.03) 

  0.45 (0.36–
0.56) 

 

  1.0 

*Rate per 100 000 population 
# Rate per 100 000 population, age-standardized to the New Zealand population age-structure at the 2013 census 
IRR = incidence rate ratio, compared with European rate, age standardized to the New Zealand population age-structure at the 2013 census 
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Appendix Table 6. Legionellosis number (notified) and incidence rate by District Health Board, New Zealand, 2000–2020 

District Health Board 

2000–2009 2010–2020 
Total Total 

Number Rate Number Rate 
Auckland 66 5.5 149 3.3 

Bay of Plenty 47 4.1 122 4.8 
Canterbury 103 9.1 568 9.8 

Capital and Coast 44 2.2 42 1.5 
Counties Manukau 58 5.1 205 3.5 

Hawke’s Bay 21 1.9 31 1.7 
Hutt Valley 30 2.3 33 2.1 

Lakes 6 0.8 23 1.9 
MidCentral 13 1 52 2.7 

Nelson-Marlborough 12 1 68 3.8 
Northland 26 2 114 6.0 

South Canterbury 10 1.7 21 3.3 
Southern 38 1.5 152 4.3 
Tairawhiti 12 2.6 2 0.3 
Taranaki 13 1.3 24 1.9 
Waikato 46 1.9 85 2 

Wairarapa 16 3.7 8 1.7 
Waitemata 81 8.4 242 4.3 
West Coast 9 2 38 10.6 
Whanganui 9 1.2 6 0.8 

 

 

Appendix Table 7. Legionellosis case fatality risk (CFR) by age group, sex, ethnicity and Legionella spp. New Zealand, 2000–2009 and 2010–2020 

Time period 

2000–2009 (N = 643) 2010–2020 (N = 1985) 
Risk ratio of CFR in 
2010–20 to 2000–09 

No. deaths No. cases 
Case-fatality risk 

(%) No. deaths No. cases 
Case-fatality risk 

(%) (95%CI) 
Age group 
Total all ages 26 643 4.0 35 1985 1.8 0.4 (0.3–0.7) 
0–39 1 46 2.2 - 99 - - 
40–59 5 219 2.3 5 619 0.8 0.4 (0.1–1.2) 
≥60 20 378 5.3 30 1267 2.4 0.5 (0.3–0.8) 
Sex 
Male 18 383 4.7 25 1265 2.0 0.4 (0.2–0.8) 
Female 8 254 3.1 10 720 1.4 0.4 (0.2–1.1) 
Unknown - 6 - - 0 - - 
Ethnicity 
European 24 517 4.6 31 1620 1.9 0.4 (0.2–0.7) 
Māori - 27 - - 149 - - 
Pacific Peoples - 13 - 3 72 4.2 - 
Other 1 17 5.9 1 93 1.1 0.2 (0.0–3.1) 
Unknown 1 69 1.5 - 51 - - 
Legionella spp. (all ages) 
L. pneumophila 8 256 3.1 14 527 2.7 0.9 (0.4–2.1) 
L. longbeachae 7 161 4.3 11 1062 1.0 0.2 (0.09–0.6) 
Other Legionella spp. 2 87 2.3 1 251 0.4 0.2 (0.0–1.9) 
Unknown 9 139 6.5 9 145 6.2 1.0 (0.4–2.5) 

 


